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Establishing NHE]J Repair Quantitative Detection System and Detecting the Roles of Topoisomerase Inhibitors Etoposide on NHEJ. Li Li-
ping , Wu Xiaodan ,Sun Youxiang et al. Guangdong Medical College Graduate Depariment ,Guangdong 523808 , China

Abstract Objective To establish two cell lines containing restriction site of pI — SCE | and separately reporters of total - NHEJ
(total non — homologous end joining) and alternative end joining( A — EJ) , set specific parameters of flow cytometry to detect the role of et-
oposide( VP —16) played in total - NHE]J and A - EJ quantificationally. Methods In this study, we transfer plasmids containing repair
substrates using liposomal, establish stable cell lines of NHE] repair system by subsequent puromycin screening, identified genomic DNA of
the two cell lines by flow cytometry and PCR,detected VP - 16 — induced DSB damage by immunofluorescence and genomic DNA agarose
gel electrophoresis, detected the effect of VP — 16 on NHE] repair useing flow cytometry quantificationally. Results Among the clones,2
clones belongs to pl = SCE [ * Total - NHE] cells, and 2 clones belongs to pl —SCE I " A — EJ cells. With the increase of VP — 16 con-
centration and action time, NHE] repair effects increased. Conclusion The results showed that VP — 16 induced DNA damage at the
same time, promoted the total NHE] repair and A — EJ repair. The repair is dose and time dependent, but with the increase of concentra-

tion and action time, the capacity VP — 16 cause to DSB damage exceeds its repair effects.
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